internal psychological incentives), and unspecified psychotic disorder1.
Two studies of patients diagnosed as having 'feigned psychosis' showed at ten to twenty year follow-up that many individuals had subsequently been rediagnosed as having schizophrenia or an affective psychosis2'3. These reports should be interpreted with caution since they are retrospective and the numbers are small. Also, because it is easier to capture data about patients rereferred to psychiatric services because of psychosis, but difficult to identify what has happened to patients who have not been readmitted to mental health services, a selection bias may be operating. However, these observations do suggest that some patients who seem to feign psychotic disorders do so as part of a prodromal phase of a genuine psychotic illness.
Secondly, whatever the underlying psychiatric diagnosis, it is clear that both patients misled doctors into inappropriately prescribing depot antipsychotic treatment. In case 1 this led to a long hospital admission requiring intensive nursing input. In case 2, the treatment caused a second episode of a potentially fatal illness, neuroleptic malignant syndrome4. In case 2 the first protracted episode of neuroleptic malignant syndrome is also likely to have been caused by the inappropriate administration of a depot antipsychotic.
Thirdly, the two cases had features in commonconstant changes of address/general practitioner; limited educational achievement; extensive forensic history; knowledge of specific psychiatric medications; a superficial knowledge of psychiatric services (names of consultants or hospitals). When an unknown patient requests depot antipsychotic medication, the presence of these features might act as warning to take particular care.
Relapse in patients with a chronic psychosis on depot medication tends to occur in weeks or months, not hours or days after stopping antipsychotic drugs. Antipsychotic drugs are detectable in blood or tissues up to twelve months after a depot is discontinued. Patients with a chronic psychosis should be able to give a history of acute episodes of psychotic illness with symptoms such as hallucinations and delusions. Corroborative history from psychiatric hospitals or general practitioner notes should be obtained before a depot is given. Short courses of oral antipsychotics could be prescribed to an unfamiliar patient claiming to have a psychotic disorder while information is being sought.
Oral self-mutilation masquerading as malignancy Factitious disorders are those in which illness is simulated to gain attention and admission to hospital. This is often repetitive in nature, patients demonstrating considerable skill in convincing clinicians of the need for treatment1.
We report a child who presented with severe oral ulceration initially diagnosed as lymphatic lymphoma.
CASE HISTORY
A 9-year-old girl was referred to Guy's Dental Hospital because of the unusual appearance of her gingivae. The presenting complaint was of 'sore gums' in the upper right side of the mouth. It was volunteered that this had occurred elsewhere in the mouth over several months.
The patient had a clear medical history. The gingivae were ulcerated with inflammation crossing the mucogingival junction ( Figure 1 ). There was no lymphadenopathy. Aetiological factors such as nail-biting or over-zealous toothbrushing were considered but denied by the patient. Advice was to be very careful to brush the teeth gently. A preliminary haematological screen was normal. Two weeks later, at review, the gingivae were severely ulcerated. In view of the continuing severe pain, with malaise and substantial loss of school time, it was decided to perform a soft tissue biopsy. Because of poor cooperation this was ' 
Histopathology
The gingival mucosa was covered by ulcerated hyperplastic pseudepitheliomatous parakeratinized epithelium. A pronounced perivascular pleomorphic cellular infiltrate was present (Figure 2 ). Mature and immature lymphoid cells were present, characterized immunohistochemically as cells of the T-lymphocyte series. Mitoses and cells of the granulocyte series were present. A factitious origin was considered but these striking histological features suggested a peripheral T-cell lymphoma or monomyelocytic leukaemia. Further advice from a pathologist expert in this field supported this provisional diagnosis.
The patient was referred to the Royal Marsden Hospital for further investigation. This was on Christmas Eve. A bone marrow biopsy and gingival biopsy were taken under general anaesthesia. These procedures were repeated a fortnight later.
Subsequent histopathology and haematological investigations
Large lymphoid cells were seen at the edge of the biopsy and also extending into the deeper parts of the stroma beneath acanthotic squamous epithelium. The infiltrates included small lymphocytes and polymorphs, and a few histiocytes tended to concentrate around blood vessels in which endothelial cells were prominent. Mitotic figures were seen. Immunohistochemical staining confirmed a predominantly T-cell population, CD3 positive, CD45RO positive, with a small number of B cells and histiocytes. The repeat biopsy showed intact acanthotic squamous epithelium with some spongiosis. The connective tissue contained an inflammatory infiltrate composed of lymphocytes, plasma cells, histiocytes and some granulocytes. Immunohistochemical staining for carcinoembryonic antigen showed no primitive positive cells. A few small T-lymphocytes were seen with occasional B-lymphocytes and histiocytes. The appearances were consistent with resolving non-specific inflammation there being no evidence of leukaemia, lymphoma or Langerhans cell histiocytosis.
The differential white cell count and the bone marrow biopsy were normal both at presentation and at the time of the repeat biopsy a fortnight later. After very careful consideration and a 'review of all the available evidence' the unambiguous report was 'this child does not have cancer'. She was returned to Guy's Dental Hospital for further management.
Further management
In subsequent months, the child was kept under frequent review. The clinical pattern of the child's ulcerated gingivae changed, with complete healing of the initial lesions. Additional complaints were intermittent headaches, the development of areas of scalp excoriation, and headaches. At one appointment she attended with 4mm diameter ulcers on the attached gingivae labial to both lower canines. When questioned the child denied causing the damage with her finger nails.
Ulcers were never present on the palatal or lingual gingivae. The pattern and location of the ulceration changed and varied in severity but it was always at easily accessible sites. During this time nocturnal enuresis was reported for the first time and it became apparent that the child was emotionally disturbed. At this stage it was felt that a further opinion was required so the child was referred to Professor G B Winter at the Eastman Dental Institute. During this consultation a history of domestic instability related to parental divorce and remarriage was first admitted by the child's mother. This coincided with the child's oral problems. In answer to a direct question the child admitted causing the damage with the frayed end of a chewed wooden pencil, usually at school but sometimes at home. The child and mother were counselled and on review six months later the oral selfmutilation had ceased and the gingivae were healthy. Two years later the patient exhibited signs of mild cheek chewing but without ulceration and the healthy gingival state had been maintained. The original habit was freely admitted and, when asked why it had been denied at the first interviews, the child said 'you only asked if I was doing it with my fingernails, you didn't ask about a pencil'. COMMENT Factitious illness is rarely considered in the differential diagnosis of oral ulceration in a child. This case is unusual in that the histopathology of the gingival biopsy was sufficient to prompt bone marrow biopsy and a further gingival biopsy. Once malignancy had been eliminated and the means of self-injury had been identified, the gingival condition resolved.
The lessons to be learned from this case are several. First, a wily child (with or without parental collusion) can mislead clinicians into mounting invasive investigations. There was in this case no alternative, since the gingival biopsy gave an alarming indication of possible neoplasia. Second, a careful and thorough review of 'all the available evidence', including the bone marrow biopsy, suggested that the gingival lesion was inflammatory not neoplastic. Third, referral to a consultant colleague who brought a fresh approach to the family, in the history ancl examination, quickly revealed the aetiology.
